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Sir, The term acrodermatitis enteropathica (AE) is now being used to include all patients with acral dermatitis due to zinc deficiency of hereditary or nonhereditary etiology. The hereditary form is an autosomal recessive disorder of zinc malabsorption seen exclusively in infants not receiving breast milk. Increased bioavailability of zinc from breast milk due to the presence of zinc-binding ligand confers protection of breast-fed infants against its deficiency. [1] However, acquired zinc deficiency may be seen rarely in premature or full-term breast-fed infants. [2] We describe a four-month old, breast-fed male infant with the typical acral rash of AE.
A 4-month-old male infant born normally at full-term to nonconsanguineous parents presented with a one-month history of rash over the face, hands, buttocks, legs and feet. No history of diarrhea or similar complaints was obtained. The rash had not responded to topical antifungal, topical corticosteroids, topical and systemic antibiotics prescribed elsewhere. The infant was exclusively breast-fed since birth and had not been weaned yet. General health and development of child was satisfactory except for poor weight gain in the last one month. Examination revealed an afebrile, active but irritable child weighing 4.2 kg with a head circumference of 40 cm. The general physical and systemic examination was unremarkable. On cutaneous examination, large erythematous, well-defined, psoriasiform, dry, scaly plaques of bilateral symmetrical distribution were present over the buttocks, thigh and legs [ Figure 1 ]. Flexures were relatively spared. Similar lesions were observed over the the next two weeks and the child became cheerful. There was no recurrence of symptoms / lesions on follow-up for two months. AE is characterized clinically by a triad of dermatitis, diarrhea and alopecia although the complete triad is seen in only 20% of the patients. [3] The characteristic distribution of dermatitis over the face, hands, feet and anogenital region is recognized as a cutaneous marker of zinc deficiency. The cutaneous lesions are psoriasiform, erythematous, scaly and crusted plaques. As the disease progresses, these lesions may become vesicobullous, pustular and erosive. Other features, which occur with varying frequency, include stomatitis, apathy, irritability, growth retardation, failure to thrive and delayed wound healing. Delayed puberty and hypogonadism in developing males are some of the long-term effects of zinc deficiency. The ocular manifestations include photophobia, The actual metabolic error in AE has not yet been defined but it is clearly a problem with intestinal absorption and / or transport of zinc. In breast-fed infants with acquired zinc deficiency, maternal breast milk zinc levels are also reported to be low although maternal serum zinc levels may be normal. [2] This nonhereditary form of the disease develops due to low breast milk zinc levels secondary to defective mammary zinc secretion or an abnormal uptake Net Letter of plasma zinc by the mammary glands despite normal maternal serum zinc levels. [4, 5] Treatment with 3-5 mg/kg/day zinc supplementation is recommended in children. There is a rapid improvement of diarrhea within 24 hours and of the skin lesions within 1-2 weeks. [1, 3] Prompt recognition of this disorder and initiation of zinc supplementation and weaning rapidly reverses the clinical features and helps to prevent the long-term consequences of zinc deficiency.
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